revealed no abnormalities. The spinal fluid showed mild pleocytosis (25/3 mm3) and elevation of protein (68 mg/dl) and IgG (30 7 mg/dl). The three oligoclonal IgG bands were present. HTLV-I antibody titres were 1:5, 120 in the serum and 1:256 in the CSF by the FA method. On clinical diagnosis of HAM/TSP she was given 60 mg of prednisolone daily for 2 months but there was no improvement in her spastic paraparesis and urinary incontinence. The dose of prednisolone was reduced to 30 mg daily thereafter. In December 1989, she died of respiratory failure brought on by interstitial pneumonitis of unknown aetiology. Her total clinical course was nine months.
Case report A 69 year old Japanese woman, who had no history of transfusion, suffered progressive gait disturbance which started in April 1989. By August of that year she was unable to walk without assistance. On admission in August neurological examination revealed a spastic paraparesis. The deep tendon reflexes in the legs were hyperactive with extensor plantar responses and sustained ankle clonus. A slight decrease in vibratory sensation was noted below the knees. Residual urine was more than 300 ml but there was no dysuria. The MRI of cervical and thoracic spinal cords revealed no abnormalities. The spinal fluid showed mild pleocytosis (25/3 mm3) and elevation of protein (68 mg/dl) and IgG (30 7 mg/dl). The three oligoclonal IgG bands were present. HTLV-I antibody titres were 1:5, 120 in the serum and 1:256 in the CSF by the FA method. On clinical diagnosis of HAM/TSP she was given 60 mg of prednisolone daily for 2 months but there was no improvement in her spastic paraparesis and urinary incontinence. The dose of prednisolone was reduced to 30 mg daily thereafter. In December 1989, she died of respiratory failure brought on by interstitial pneumonitis of unknown aetiology. Her total clinical course was nine months.
Pathology
Gross and histologicalfindings The brain weighed 1350 g. Its gross appearance and the coronal sections were unremarkable. The spinal cord appeared to be atrophic dorso-laterally at the lower thoracic level with mild pial thickening. The anterior and posterior roots seemed to be intact. Perivascular as well as leptomeningeal lymphocytic infiltrations were noted in the midbrain, pons, thalamus and cerebral white matter. Scattered parenchymal lymphocytic infiltration was seen in the thalamus although the nerve cells were well preserved. In the spinal cord, the main neuropathological findings were the loss of myelin and axons with perivascular lymphocytic infiltration. Losses were greatest in the lateral columns, less so in the posterior columns with relatively preserved anterior columns (fig 1) . The most severe changes were in the lower thoracic cord, the severity lessening in the rostrocaudal direction. The severely damaged cord showed vacuolar changes in the white matter, in particular in the marginal zone of the lateral columns, but with less severe changes in the anteromedial region of the posterior columns (fig 2A) . These lesions present from the middle cervical to the lower lumbar region, indicating that they were not due to Wallerian degeneration. Semi-thin Epon sections of the lower thoracic cord disclosed myelinated fibres with split myelin sheaths and preserved axons ( fig 2B) . Myelin sheath damage predominated. Lymphocytic infiltration was prominent in the perivascular cuffs but less so in the Neuropathological studies of the spinal cord in early stage HTL V-I-associated myelopathy (HAM) .... t .. e.....
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